. Thymoma. Spindle cell epithelial cells with scanty lymphocytic infiltrate, H&Ex288 Eosinophilic granules were clearly demonstrated using the chromotrope 2R stain (Figure 2 ), The proportion of eosinophile in the bone marrow was 10%, and focally up to 20-25%,
Discussion
Thymoma implies a neoplasm of thymic epithelial cells, regardless of the proportion of lymphocytes!", True thymomas occur in 1 in 10 000 to 20000 hospital admissions10, and account for 20-25% of all mediastinal tumours", Most are benign, The lymphocytes are not neoplastic and possess markers for normal thymocytes'. Malignant thymomas display little cytological atypia: recognition rests on the absence of an intact capsule or on lymphatic or haematogenous spread-". Spindle cell thymomas account for 5-9% of these neoplasms; rarely invasive, they frequently are associated with a haematological or immunological disorder and seldom occur under 60 years 2 ,7 ,1l , Haematological and immunological manifestations associated with thymoma almost always take the form of a decrease in the affected component, A case of thymoma with a polyclonal increase oflgG, IgA and IgM has been recorded, with neoplastic recurrence' and two cases in which there was eosinophilic granulocytosie'v'".
In our case, there was a differential increase in the proportion of eosinophil and precursors in the bone marrow, This change was not noted in the peripheral blood, and there was no local, systemic or infective cause for peripheral eosinophilia and therefore, no explanation for bone marrow eosinophilia other than the presence of the thymoma, Possible reasons for the bone marrow eosinophilia include eosinophilic leukaemia and thymoma, The former is extremely rare and consistently displays peripheral leukocytosis, Leukaemia associated with thymoma is usually of acute lymphoblastic type, The latter appears to be a previously unrecorded association, Synthesis by the neoplasm of an eosinophil-stimulating factor is possible, The factor could derive either from the neoplastic cells themselves or from the associated lymphocytes. However, in a benign thymoma of spindlecell type, in which thymectomy and immunosuppression produced clinical remiesion", there was cell-mediated inhibition of erythropoiesis and in most published cases where thymoma has influenced the growth of lymphoreticular or haemopoietic cells, the influence of the neoplasm has been suppressive. 
Figure 1. Serum alkaline phosphatase, AST and bilirubin concentration before and after cessation of enalapril therapy
A liver biopsy 7 days after admission ( Figure 2 ) showed chronic inflammation in portal tracts (mainly lymphocytic) sometimes related to bile duct proliferation. There was no extension of the infiltrate into the parenchyma and the only evidence of parenchymal damage was the presence of occasional mitoses in the hepatocytes. Steatosis was absent. Centrilobular cholestasis was prominent with bile thrombi in the canaliculi. There was also a large amount of lipofuscin in the centrilobular zones. These appearances are identical to those produced by chlorpromazine hypersensitivity and were therefore thought most likely to be drug-induced. Enalapril, a non-sulphydryl prodrug is hydrolysed enzymatically in the liver to enalaprilic acid, an active angiotensinconverting enzyme inhibitor. Enalaprillacks many of the adverse effects of captopril which are usually associated with the possession of a sulphydryl moietyl .2. There are only two reported cases of hepatotoxicity associated with enalapril therapy':" although unlike the present case neither were associated with jaundice.
Case report
A 67-year-old Caucasian woman was admitted to St Bartholomew's Hospital in 1987 with a 3 day history of yellow sclerae, dark urine, pale stools and pruritis. She had systemic hypertension treated in the past with atenolol and cyclopenthiazide. Six weeks prior to admission, treatment was changed to enalapril 15 mg/day with cyclopenthiazide 250 itWday. There was no history ofjaundice, bloodtransfusion or foreign travel.
On examination she was deeply jaundiced but had no signs of chronic liver disease. Full blood count and plasma urea and electrolytes were normal. Liver biochemistry was markedly abnormal with a bilirubin of 153 Itmolll (normal range 2-17 Itmol/l), alkaline phosphatase 437 iu/l (normal range 25-100 iu/l) and aspartate transaminase (AST)236 iu/l (normal range 10-40 iu/l). Serum amylase and coagulation screen were normal and hepatitis A and B serology was negative. Autoantibody screening was negative and there was no significant rise in viral titres. The Paul Bunnell test was negative. Ultrasound examination of the liver was normal. Enalapril was stopped 3 days following admission. Four days later liver biochemistry was returning towards normal ( Figure 1 ).
